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少なくとも核成分の過剰蓄積が SLEのリンパ球異常活
性化を引き起こすトリガーとなっていることが推測され
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Defective antigen clearance and systemic lupus erythematosus
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SUMMARY
Autoimmune diseases are caused by defective genes, aberrant gene expression or regu-
lation, and environmental factors. Autoimmune disease susceptibility is determined by the
interplay of these factors, which eventually affect autoreactive lymphocyte activation status
or cell death sensitivity. Systemic lupus erythematosus (SLE) is an autoimmune disease
characterized by a broad variety of clinical symptoms and autoantibody production against
nucleic acids, typically double-stranded DNA. Several lines of evidence indicate SLE devel-
opment has a strong genetic basis. Recent studies have shown that most of the peripheral
CD4+ or CD8+ T-cells have a potential to respond to self-antigens and persistence of such
self antigens in vivo can provoke human or murine SLE. These recent findings in basic and
clinical immunology would cause us to reconsider the importance of antigen clearance and
persistence as a cause of SLE. Thus, I would like to review the lymphocyte abnormal re-
sponses seen in SLE patients from the view point of defective self-antigen clearance.
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